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Arsenii Prozorov,'? Samira Mellah,’ Habib Benali,'°> CIMA-Q,! and Sylvie Belleville'?
' CRIUGM, Montreal, QC, Canada; < Université de Montréal; 3 Concordia University

Glutamate levels 1) are positively associated with functional activation, 2) show an inverse U-shaped relationship with
neurodegeneration, and 3) mediate the relationship between neurodegeneration and functional activation,
suggesting a mechanistic role.
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